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Charcot-Marie-Tooth disease (CMT2) is a neurodegenerative disease that
causes muscle atrophy and sensory deficits in the lower and upper extremities. However, the
pathogenesis of CMT2 remains unclear. In this study, we focused on a mutation of the molecular motor

KIF1A found in a CMT2 patient family and analyzed the nature of this mutant KIF1A. The results
revealed that in the mutant KIF1A, two regions of the molecule, the “ motor domain” and the “ neck
domain” , attract each other abnormally strongly, which prevents intracellular transport and leads
to the onset of CMT2.
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